experienced on 80% of MWC during naloxone. It is concluded that opioid receptors with a moderate sensitivity to naloxone are involved in the regulation of the ACTH response to exercise and also influence the subjectively experienced level of exhaustion.
There is good evidence that opioid peptides can influence pituitary hormone secretion in man at rest. Thus, administration of the synthetic enkephalin analogue FK 33-824 increased GH, PRL (von Graffenried et al. 1978; Stubbs et al. 1978; Demura et al. 1981; Dentala et al. 1983 ) and TSH (Stubbs et al. 1978; Delitala et al. 1983) , and decreased ACTH (Stubbs et al. 1978 ), although without any obvious effect on ß-lipotropin (Stubbs et al. 1978) . ß-endorphin decreased plasma ACTH (Taylor et al. 1983 ), increased PRL, and had no effect on GH and TSH (Reid et al. 1981) .
Morphine caused an increase in PRL and TSH, but was without effect on GH (Delitala et al. 1983 ).
The opioid receptor blocker naloxone can in¬ fluence pituitary hormone secretion in resting subjects ( 
Results
Exercise induced a significant increase in ACTH during control infusion ( Exercise induced a small but significant in¬ crease in PRL, GH and TSH in the control study (Fig. 2) (Fig. 3) .
Discussion
The finding that the exercise-induced ACTH response was enhanced by naloxone indicates that the regulation of ACTH during exercise is under an inhibitory control of endogenous opioids. This effect is probably mediated via receptors with moderate sensitivity to naloxone, since in a previ¬ ous study naloxone at a dosage of one tenth of the present one was without effect (Bramnert & Hök-felt 1984) . Support for the view that opioids 
